SUMMARY In this case report we describe a 44 year old man who developed a transient increase of CSF protein in association with a course of electroconvulsive therapy for depression. Neurological evaluation failed to show any other abnormalities. The finding seems to reflect a transient dysfunction of the blood-brain barrier.
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Electroconvulsive therapy (ECT) is thought not to increase CSF protein (Essman, 1973) . Neither patients who underwent a course of ECT (Jacobs, 1944; Eiduson et al., 1960) nor experimental animals (Spiegel-Adolf et al., 1945) (Jacobs, 1944) .
In this report we describe a physically healthy, depressed patient who developed an increase in CSF protein after a course of ECT. The CSF protein returned to its previous values shortly after ECT (Schliep and Felgenhauer, 1974) . Siemes et al. (1978) showed that children with febrile convulsions had an increase of CSF albumin which had a linear correlation with the duration of convulsions. However, no significant increase in total CSF protein was found. In animal experiments the dysfunction of blood-brain barrier after seizures was measured by injecting radioisotope labelled albumin which does not cross the blood-brain barrier. Its appearance in the brain was studied by means of autoradiography. It was shown that after electroshock the permeability of the blood-brain barrier increased, especially in the grey matter, and was particularly pronounced in the thalamic and hypothalamic areas (Lee and Olszewski, 1961; Lorenzo et al., 1972; Rozdilsky and Olszewski, 1957 
